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Figure 1 Ultrasound of the patient’s upper abdomen revealed
thickening of the gallbladder wall (arrowheads) without peri-
cholecystic fluid, gallstones or sludge.We read with great interest the article by Iaria et al.
regarding the development of acute acalculous chole-
cystitis (ACC) during the course of Epstein—Barr virus
(EBV) infection.1 We would like to report our experience
with this rare clinical phenomenon. A 19-year-old female
was admitted to our department with abdominal discom-
fort, nausea, vomiting and high grade fever (up to 38 8C)
for two days. The patient was free from any other
medical problems, but she reported low appetite, fatigue
and sore throat during the previous week. On admission, the
clinical examination revealed icteric sclerae, bilateral
cervical adenopathy and hyperaemic pharyngitis without
exudate, while there was moderate tenderness of the epi-
gastrium and right upper quadrant with a positive Murphy’s
sign. Laboratory findings included: hematocrit 36.6%; WBC
14.15  109/L (55% lymphocytes, with the presence of aty-
pical lymphocytes), C-reactive protein (CRP) 35 mg/l; LDH
983 IU/L; AST 426 IU/L [upper limit of normal (ULN): 40 IU/
L]; ALT 584 IU/L (ULN: 40); g-GT 156 IU/L (ULN: 50); ALP
710 IU/L (ULN: 280); bilirubin 6.5 mg/dl (direct: 5.17 mg/
dl). Ultrasound of the upper abdomen revealed thickening
of the gallbladder wall (8 mm) without pericholecystic
fluid, gallstones or sludge (Figure 1). On the basis that
the patient was in a very good clinical condition and
that laboratory test results, such as low levels of acute
phase proteins and the presence of lymphocytosis with
atypical lymphocytes, were incompatible with microbial
cholecystitis, intravenous rehydration was initiated without
antibiotic administration. Further evaluation showed that
auto-antibodies and serological markers for hepatitis A, B
and C, cytomegalovirus, herpes simplex viruses, HIV, tox-
oplasma and mycoplasma were all negative. However,
IgM antibodies against EBV capsid antigen (VCA) were posi-
tive, whereas IgG antibodies against EBV nuclear antigen1201-9712/$36.00 # 2008 International Society for Infectious Diseases.
doi:10.1016/j.ijid.2008.06.031(EBNA) were negative. These findings were indicative of
acute EBV infection complicated by ACC. Over the following
days, the patient’s clinical condition rapidly improved and
she had an uncomplicated recovery. She was discharged
after 6 days without fever, but with slightly abnormal liver
tests, which returned to normal 2 weeks later.
The exact mechanisms that are implicated in the patho-
genesis of ACC during the course of acute EBV infection
have not been elucidated, but direct invasion of EBV and/
or irritation of the gallbladder from the bile stasis are
considered possible causes.1 Interestingly, ACC seems to
occur more frequently in young women during acute EBV
infection.1 Nevertheless, the presence of clinical, labora-
tory and ultrasonographic findings compatible with ACC
might result in diagnostic dilemmas and lead to unnece-
ssary therapeutic manipulations. However, the presence of
symptoms in the upper respiratory system and hematologic
findings compatible with viral infection (e.g. relatively
low CRP with significant atypical lymphocytosis) might
prove helpful in order to diagnose EBV-related ACC.2,3
In contrast to previous cases, our patient had an exce-
llent clinical outcome without administration of antibiotic
therapy.Published by Elsevier Ltd. All rights reserved.
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